The World Health Organization held a conference in October 1988 entitled 'Prevention in childhood and youth of adult cardiovascular diseases: time for action.' At the conference evidence was cited that atherosclerosis often has its beginnings during childhood, and therefore childhood was the logical age to start primary prevention. This approach to the prevention of coronary heart disease (CHD) is familiart-', as were many of the recommendations.
The strategy recommended is to lessen CHD risk factors, including the active discouragement of smoking and drinking alcohol by children, promotion of an active lifestyle, and a change of diet to one containing less saturated fat and salt, and more fibre. More controversial is the recommendation that measurement of serum cholesterol and blood pressure should be part of routine school medical examinations.
In Britain, the Coronary Prevention Group has also urged the adoption of a comprehensive strategy for CHD prevention by risk factor avoidance", They also recommended selective measurement of serum cholesterol in those judged to be at high risk because of factors like family history, obesity, hypertension and smoking habits. The hope was expressed that if people know their cholesterol level they are more likely to be motivated to seek medical advice and to adopt a prudent lifestyle.
As CHD is a major cause of illness and death in industrialized societies these recommendations are timely. However similar recommendations have been made in Britain for more than 15 years", and there has been little evidence that they have been heeded. The mortality rate from CHD has decreased slightly in males under 55 in Britain in the last decade, but remains amongst the highest in the world. The fall in mortality is much less than has occurred in the United States, Canada, Australia or Finland.
It is therefore also timely to ask why in spite of all the advice the adoption of preventative measures for CHD has not been widespread in Britain, even though there are very high rates of CHD in the population.
To effect change in any group of people it is necessary to fulfil all three of the following conditions:
(1) There must be general dissatisfaction with the present situation.
(2) There must be a shared vision of a desired future goal.
(3) There must be a practical strategy for achieving a transition from the present condition to that proposed for the future. Unless all three of these conditions are met beneficial change will not occur; increasing awareness without change occurring can stimulate either dissatisfaction or disillusion. It is instructive in considering the prevention of CHD to compare the different progress that is being made with changing smoking and dietary habits.
With regard to smoking there is good evidence that the three conditions for change are gradually being fulfilled. There is universal medical agreement that smoking causes many serious diseases, including chronic bronchitis and lung cancer as well as CHD. The public perceive cigarettes as harmful to health and there is wide agreement that smoking less would be beneficial. There is even agreement that the way to effect change is for individuals to stop smoking or never start, although there are obvious difficulties about achieving this.
Progress is slow but the consumption of tobacco among the middle class is going down, with a higher proportion being non-smokers, and parental example and health education directed at children and teenagers should lead to less taking up the habit.
The reception of recommendations to alter the diet to lower serum cholesterol have been much less satisfactory. Even though the incidence of CHD is very high it is widely accepted by the public with a fatalistic outlook as it is thought that there is little they can do which would be effective. This fatalism is shared by many physicians, and so there is little pressure to change.
The evidence that high serum cholesterol concentrations are associated with an increased risk of developing CHD is overwhelming and there is now firm evidence that lowering serum cholesterol is beneficial", so it should be possible to achieve consensus on where we would like to be going, but this has not yet happened.
Even those who propose action are not totally united and there are areas of disagreement which cause confusion. There is no consensus on what level of serum cholesterol should be accepted as pathological, nor whether attempted prevention should be directed at the whole population or those at highest risk. As a result many physicians and family doctors are reluctant to give any advice at all.
The dietary guidance in the report from the Joint Working Party of the Royal College of Physicians and the British Cardiac Society" and the report from the Committee on Medical Aspects of Food Policy? was clear and consistent but advice that is currently given to the public can appear confusing. Are the guidelines recommending reductions in the intake of animal fat, saturated fat, cholesterol or salt? And where does fibre come in?
Even ifthe public understand the dietary advice,there is no easy way for the shopper to find out the constituents of most foods,and no way at all to find out what is in many prepared meals. There is also no easy solution to the fact that low fat foods tend to be less appetising, and compliance with a low fat diet in the long run requires a high degree of motivation, particularly if many people ignore or dispute the recommendations.
Pronouncements like those of the WHO and the Coronary Prevention Group are not enough on their own to effect any great change in national eating habits but need to be part of a larger initiative. The widespread measuring of serum cholesterol may increase the anxiety of those found to have raised levels, but ifcoherent and practical advice is not available concern followed by disillusion will be the result.
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If we are serious about trying to prevent the coronary epidemic we need a clear and unambiguous approach. There is a need to increase awareness of the present unsatisfactory situation with the levels of CHD in the UK being higher than in almost all other industrialized countries, and emphasizing the numbers of patients having attacks before the age of retirement.
In developing a common goal for the future we need to emphasize the evidence that shows that lowering risk factors is being met with success in other parts of the world, and how it has been achieved.
Only then can suggestions about changing lifestyle be expected to arouse interest and acceptance. The recommendations need to be clear, simple and practical. They must be widely accepted, and many in the health care professions will need convincing that their attitudes should change.
Constant media repetition of the advice will be needed to encourage a sustained effort, and the Department of Health will have to give this a high priority. The labelling of food needs to be improved so that the contents are specified in a uniform way that is readily understood, and this may require legislation. Food manufacturers should receive encouragement to provide a greater variety of prepared foods low in saturated fat.
If we are serious about wanting to prevent CHD it will require a large investment in time and money and a prolonged and well planned campaign. It has Cardiac dysfunction during seizures and the sudden epileptic death syndrome It is assumed that epileptics dying suddenly and unexpectedly, do so as a result of trauma, inhalation or status epilepticus. Whereas this applies to the majority of such deaths, in two per 1000 cases autopsy docs not identify a cause':". Investigation reveals a consistent profile of those likely to succumb from the sudden epileptic death syndrome as it has been termed-s, Such patients are young, and have infrequent seizures diagnosed for longer than one year. There may be a history of excessive alcohol consumption. They are usually found dead in bed, or following an otherwise typical seizure. Their plasma anticonvulsant levels are generally subtherapeutic. Most often, these patients suffer from generalized tonic-clonic convulsions alone, or combined with complex partial seizures. Owing to the absence of an identifiable cause of death, it has been suggested that a cardiac arrhythmia may be the terminal event. This review considers the evidence for alterations in cardiac rhythmicity in epilepsy with specificreference to the sudden epileptic death syndrome.
The first systematic study of rhythm changes during seizuress, indicated that sinus tachycardia was the most common finding. This was independent of the type of fit. ECG repolarization changes manifested by T wave flattening, were present in 25% of the 17 cases reported. Similar ECG and rhythm changes have been been done effectively elsewhere, but will not happen in Britain unless the health care professionals and the Department of Health have the will.
The answer to the question posed in the title 'When should prevention start?' should be now. Isn't it time we got going? noted in patients with exclusively temporal lobe seizures and appeared unrelated to movement", Generally, the tachycardia preceded or accompanied the aura. In another investigation", White et al. paralysed and ventilated awake epileptics, and induced fits with pentylenetetrazol (PTZ). Tachycardia occurred with the onset of all the seizures. Moreover, frequent atrial and ventricular ectopics were seen. Occasional runs of ventricular tachycardia were observed. Repolarization changes were again noted, comprising ST segment elevation or depression, and T wave inversion. More recent studies using ambulatory EEGIECG monitoring have confirmed these findings 7 • In 92% of recordings, sinus tachycardia started with the onset of the electrical ictus. Cardiac arrhythmias were identified in 42% of all seizures, and most frequently comprised a marked beat to beat variation in the R·R interval accompanied by changes in P wave morphology. Frequent ventricular ectopics were detected in three (11%)patients and recurrent supraventricular tachycardia in one (4%); these were coincident with the onset of the seizures. Two cases of sinus arrest during a seizure have also been reported-". A corollary of the above occurs when patients investigated for a cardiac arrhythmia, are shown to have epilepsy as its basis. Thus Walsh et al. lO reported a 4·year-old boy who was repeatedly investigated for paroxysmal SVT. EEGs disclosed generalized spike and wave discharges statistically associated with shortening of the R·R interval. This led, on occasion to episodes of SVT. Two similar
